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Obsessive-compulsive disorder
following left middle cerebral
artery infarct
Obsessive-compulsive disorder (OCD) is
a syndrome characterized by recurrent,
intrusive and inappropriate thoughts
(obsessions) and repetitive and irrational
behaviours (compulsions) (1). Although
pathophysiologically heterogenous,
anatomical sites such as orbital frontal
lobe structures as well as the striatum and
the basal ganglia region have been impli-
cated for secondary OCD following head
injury or temporal lobe epilepsy.We report
a case of secondary OCD following a left
middle cerebral artery infarct documented
onmagnetic resonance imaging (MRI) and
single photon emission computed tomog-
raphy (SPECT).
A 37-year-old man suffered a cerebral
infarct in June 2002 involving the left
middle cerebral artery territory. This
episode was consecutive to acute suma-
triptan abuse because of severe migraines.
The patient was found to be hypertensive
at that time. This infarct resulted in
expressive aphasia and a right hemiplegia.
The patient was treated in a rehabilitation
centre for 5 months with satisfactory
neurological improvement. Before dis-
charge in October 2002, he developed
OCD symptoms that included contami-
nation obsessions, concerns with dirt and
germs and compulsive washing. He
washed his hands four to six times after
each physical contact to such a degree
that he had dermatological lesions.
He tended to avoid personal contact.
He brushed his teeth within 1 h after
each meal. He acknowledged his own
behaviours were excessive and his
Yale-Brown Obsessive-Compulsive
Scale score was 30.
The patient had no history of any
mental or physical illness except hyper-
tension. Notably, he did not show any
symptoms of depression, attention deficit
or psychotic disorder. Physical and neu-
rological examinations were normal with
the exception of speech slowness, consec-
utive to the infarct, and this disappeared
progressively.
Routine laboratory investigations,
including thyroid function tests, serum
folate and vitamin B12, were normal. On
neuropsychological examination using the
CERAD Neuropsychological battery and
the Mattis Dementia Rating Scale, no
impairment was found in memory or
executive function or across other
cognitive domains.
Brain MRI showed an infarct confined
to the medial portion of the left temporal
and parietal cortex. SPECT scan showed
a global hypoperfusion of the left frontal,
temporal and parietal regions, with the
frontal region appearing to be less severely
damaged.
He had no previous medication trial for
OCD symptoms, and an ongoing trial of
paroxetine 60 mg/day and quetiapine 300
mg/day provided little relief. He was
prescribed atenolol 50 mg/day for
hypertension.
The patient gave his consent for this
comment to be published.
To our knowledge, this is the first
case report of OCD following a left
middle cerebral artery infarct. However,
this kind of infarct is the most
common of all cerebrovascular
infarcts (2).
In this case, functional lesions in the
frontal areas (SPECT) were more
pronounced than in anatomical images
(CT scan andMRI); this reminding us that
this earlier brain imaging technique is
better suited to detecting some brain
lesions (3). Given the regions supplied by
the middle cerebral artery, such as orbital
surfaces and its anterolateral (thalamos-
triate) group of cerebral branches, which
penetrate the caudate and lentiform
nucleus, the areas damaged are those
associated with obsessive-compulsive
phenomena (4).
Moreover, frontal areas have an inhib-
iting function on human behaviours.
Disinhibition caused by damage to the left
orbito-frontal cortex (OFC) may have
produced obsessive symptoms (5) in this
patient.
Rational therapy forOCDmust depend
on a detailed understanding of the neuro-
nal circuitry and physiological mecha-
nisms underlying the patient’s
behaviours (3).
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